Naming particular diseases is preferable where individual conditions are being referred to e.g. myocardial sarcoid, cardiac amyloidosis, scleroderma heart disease, since the term cardiomyopathy without qualification is generally accepted as referring to the primary forms. Nevertheless, a convenient collective term is needed to cover all the conditions which have to be excluded before a diagnosis of primary cardiomyopathy can be made. There are a very large number of such conditions and Hudson (1970) lists over 100. Faced with an exercise in classification of this magnitude most pathologists would first divide the conditions according to anatomical pathology, then consider the types of pathological reaction and finally the aetiology (Table 1) .
The material seen by the pathologist ranges from a single stained slide to the complete body for necropsy, with full clinical data. The first step is to exclude vascular or valvular conditions which may be responsible for the heart muscle disease. Of the vascular lesions, coronary atheroma is the commonest known cause of heart muscle disease, so much so, that ischaemic heart disease is not usually regarded as a secondary cardiomyopathy. Rarer 
Abnormal depositions and infiltrations
The abnormality may be in the myofibres or in interstitial tissues. In glycogen storage disease the myofibres are grossly distorted, producing a characteristic lace-like pattern on histology (Fig. 6) .
Accumulations of inorganic substances produce no significant distortion of the myofibres in most cases (Fig. 7) . Cysts may form in severe haemochromatosis or haemosiderosis, and in dystrophic calcification the calcium often appears encrusted on the surface of the fibres.
Abnormal deposition between myofibres may be within histiocytes, as in mucopolysaccharidosis (Fig. 8) .ii.i.. (Fig. 12 ) disease is usually found in the collagen diseases group, in particular polyarteritis nodosa and Wegener's granulomatosis. It is characterized by necrosis and dense inflammatory cell infiltration of the walls of small arteries. Non-inflammatory focal degeneration of small coronary arteries has also been described (James, 1967 
